Sirs: A 34-year-old previously healthy heterosexual man with a history of alcohol and tobacco abuse was admitted to hospital after a first epileptic seizure. Neurological examination was unremarkable. Lumbar puncture was performed the same day with the following results: 4 cells/mm 3 , protein 953 mg/l. Non-contrast CT was normal. EEG showed generalized slowing and epileptiform discharges. At first, symptomatic epilepsy in the context of alcoholism was suspected. During the following days, repeated complex partial seizures developed. The patient was disoriented, anterograde and retrograde memory were severely impaired. On the 4 th day, MRI showed a contrast-enhancing (T1-) hyperintense signal alteration in the left medial temporal lobe on FLAIR and T2-weighted images (Fig. 1a) . Repeat CSF-analysis showed 22 cells/mm 3 Because of the MRI findings suggestive of limbic encephalitis [7, 12] , paraneoplastic limbic encephalitis (PLE) was considered as a differential diagnosis. Anti-neuronal antibodies (anti-Amphiphysin, -Hu, -Ri, -CV2, -Ma2) were negative. Whole body F-18-FDG-PET showed a focal hypometabolism in the left medial temporal lobe and a circumscribed area of increased tracer uptake in the left upper lung (Fig. 1b) . Thoracic CT correspondingly showed a hyperdense lesion of 1.6 cm in the left superior pulmonary lobe, suspicious of carcinoma. Wedge resection of the left superior pulmonary lobe was performed. Histopathological analysis showed a demarcated severe chronic inflammation with fibrosis (non-caseous degeneration). Treponema pallidum PCR was negative. There were no signs of malignancy.
Under continuous anticonvulsant therapy no more seizures occurred. The patient's state subsequently improved. However, after 8 months of follow up the patient still suffered from generalized cognitive slowing, impaired anterograde memory-and executive functions. Repeat MRI showed atrophy of left medial temporal lobe structures.
Although NSP has become rare in industrialized countries [9] , it has to be considered in a variety of neuropsychiatric disorders. PLE is another infrequent CNS disorder, which manifests itself in the presence of an -initially frequently occult -malignancy. Patients with PLE can harbor anti-neuronal antibodies, most often anti-Hu or antiMa2, which, however, are not obligatory [11] . Because of their unspecific or atypical clinical course, the spectrum of differential diagnoses of both diseases is wide. Particularly NSP has always been considered "the great imitator". Nevertheless, to our knowledge these entities have never been reported as direct differential diagnoses.
Clinical hallmarks of PLE are memory dysfunction, epilepsy, and psychiatric abnormalities [17] . The LETTER TO THE EDITORS JON 1812 same is true for our patient and certain previously reported patients with NSP. However, predominant medial temporal lobe involvement seems to be rare in NSP, since there are only anecdotal case reports of this particular variant in the MEDLINE database [1-6, 8, 14, 15, 19-21, 23] (Table 1) . Furthermore, since reversible temporal lobe MRI abnormalities have been reported also in the context of par- [19] memory (24 months) l > r impairment, deafness, epilepsy tial status epilepticus [13] , epilepsy has to be discussed as a confounder in the assessment of medial temporal lobe abnormalities in NSP, at least in the 10 patients of Table 1 with clinical or EEG evidence of epilepsy. In addition, it is interesting to note that the majority of these patients (8/10) had an acute or subacute onset of symptoms, whereas 3 of the remaining 4 patients without seizures had a slowly progressive course of the disease. It therefore could be speculated that the etiology of medial temporal lobe abnormalities might differ in NSP with and without epilepsy.
The pathogeneses of the MRI findings are unknown, both in PLE and in the reported variant of NSP. In the latter, several authors regard them as meningovascular [2, 3, 5, 15, 20] . However, the imaging abnormalities do not reflect a vascular territory and neuropathologically, arteritis is usually seen in large and medium-sized blood vessels in NSP [10] . The hypothesis of parenchymal syphilis is thus more convincing. Contrast enhancement may be observed in both disorders and is no criterion of differentiation (Table 1) .
It is noteworthy that despite the frequent association of AIDS and syphilis, neither our not any of the previously reported patients has been tested HIV-positive. In analogy to the assumed autoimmune origin of PLE, this observation may indicate that a competent immune response is a prerequisite for the development of non-tumorous medial temporal lobe damage. This case report demonstrates the possible complexity of the differential diagnostic procedure. FDG-PET has been reported to be useful in the diagnosis of paraneoplastic neurological syndromes [16] . However, it must be emphasized that FDG-PET findings are unspecific and might lead to wrong conclusions. Our observation therefore supports the conclusion of a current study that FDG-PET results should be interpreted with caution in patients without antineuronal antibodies [22] .
In conclusion, neurosyphilis has to be excluded if paraneoplastic limbic encephalitis is suspected, and vice versa. [23] impairment, progressive l = r and frontal (12 months) depression (2 years) atrophy
